Fig. 7
Effects of prenatal nicotine exposure on the function of the hippocampus of fetal rats. Pregnant rats were subcutaneously administered 2.0 mg/kg day of nicotine from gestational day (GD) 9 to GD20, and then the fetal rats were extracted. The number of pregnant rats in each group was set to 15 (a litter size of 8 to 14 was considered qualified). The fetal hippocampus tissues were collected, and samples of each gender collected from each littermate were combined. The mRNA expression levels of glutamic acid decarboxylase 67 (GAD67), α4 and β2 subtype of nicotinic acetylcholine receptor (α4β2nAChR) and DNA methyltransferase 1 (Dnmt1) were detected by RT-qPCR (a, d, n = 15 per gender per group). Hippocampal neurons were detected by immunofluorescence staining, while the representative confocal laser-scanning microscopic images were double-stained for Glu (red, glutamatergic neuronal marker) or GAD67 (red, GABAergic neuronal marker) and NeuN (green, neuronal nuclei marker) (b, n = 4 per gender per group). Quantitative analysis for Glu-positive and GABA-positive cells in immunofluorescence was calculated (c). The methylation status of GAD67 promotor (nt −1019 to −689) was detected by bisulfitesequencing PCR method (d, n = 4 per gender per group). Mean ± SD, *P < 0.05 compared with control
